BRIEF COMMUNICATIONS
adhesions were found between the tonsils, medulla, upper spinal cord and arachnoid/dura.
In January 2009 the patient was stable from a clinical standpoint. The syrinx cavity now had a transverse diameter of 4 to 5 mm (Figure 2) . A telephone interview June 2009, found the patient very satisfied with her progress: face and right arm sensory complaints were tolerable, the voice strong, and she was able to function and mobilize with no difficulty. The left arm and hand continue to be dominant.
DISCUSSION
In 2007 Martinez-Lage et al identified 15 published cases of syringomyelia accompanying diverse cystic processes of the PF. In 14 of those the cyst itself, or part of the cyst, had entered the FM and blocked the CSF flow in the subarachnoid space. In only two cases, including one of theirs, was the obstruction of the CSF flow at the level of the FM caused by impaction of the cerebellar tonsils, as in Chiari I 1 . The Table lists these two cases, a third published in 1995, and the present case.
Either of the two mechanisms could lead to cavitation of the spinal cord and syrinx formation [1] [2] [3] . In the present case the objectively demonstrated impairment of CSF pulsation across the FM was caused by impaction of the cerebellar tonsils into the FM subarachnoid spaces, worsened by extensive subarachnoid adhesions. We believe it is justified to describe this tonsillar impaction as a Chiari I anomaly as crowding of the CSF spaces with no descent of the tonsils has been observed in 9% of symptomatic Chiari I anomalies 4 . It is conceivable that, in our case, the cyst pushed the tonsils down, creating a Chiari I condition which then gave rise to the syrinx. Other factors, for example an hemorrhage, possibly related to the arachnoid cyst, might have been responsible for the adhesions observed at the tonsillar level. And, if so, we do not need to postulate the presence of a Chiari I anomaly. At any rate the main causative mechanism of spinal cord cavitation is impairment of the CSF flow in the subarachnoid space at the level of the FM, and this was demonstrated in our case [1] [2] [3] [4] .
Our patient came late to neurosurgical attention. The primary cause of the patient's problem was thought to be the arachnoid cyst, and treatment was directed to the cyst. The two cyst fenestrations were unsuccessful in decreasing the progression of the symptoms, but did resolve her double vision, which was probably secondary to stretching of the right VI cranial nerve. The fenestrations did not change the dimensions of the syrinx, likely because of the advanced CSF block at the subarachnoid spaces of the FM, with the tonsils fixed in place by adhesions to the meninges. We used the patient's response and MR imaging of the syrinx as our primary endpoints. Magnetic resonance CSF flow studies across the FM could have been performed before and after each intervention, and this would have strengthened our conclusions.
CONCLUSIONS
In lesions of the PF symptomatic syringomyelia may result from CSF blockage at the level of the FM subarachnoid spaces. In cystic PF lesions this may be done directly by the cyst, or indirectly by downward displacement of the cerebellar tonsils. In the present case there was no clear tonsillar herniation, but the tonsils were impacted at the level of the FM and fixed in place by adhesions. Although treatment should be individualized, the obliteration of the subarachnoid spaces at the level of the FM is the central mechanism of production of a syrinx, and FM decompression may prove the most successful therapeutic maneuver. 
